Partial forms of cataplexy are rare and usually take the form of transient weakness of the jaw, knees, or other midline structures, occurring in patients with the classical tetrad of naicolepsy-narcolepsy, cataplexy, sleep paralysis and hypnogogic hallucinations; they represent mild forms of the more classical generalised attack (Devic et al., 1967; Mackenzie, 1967; Guilleminault et al., 1974) . Wilson (1928) has described cataplexy affecting only an arm or a leg in sportsmen making a difficult stroke at tennis or kicking a ball, but attacks affecting one half of the body including the face have only been mentioned briefly in one report (Yoss and Daly, 1957) .
The cause of narcolepsy and cataplexy is unknown but it is thought to be due to a primary abnormality in the pontomesencephalic reticular formation (Guilleminault et al., 1974) . A few isolated examples of syphilis, encephalitis, multiple sclerosis, and benign intracranial hypertension have been described in patients with narcolepsy (MacKenzie, 1967; Wilson, 1928; Zarcone, 1973) but not cataplexy, and the classical narcoleptic tetrad has not been linked with any underlying structural abnormality. Although neurological manifestations of systemic lupus erythematosus (SLE) are well recogniised (Bennett et al., 1972; Decker et al., 1975) Unilateral cataplexy associated with systemtic luplis erythenmatosus were positive on two occasions. Anti-DNA antibodies were at the upper limit of normal (27 u/ml Electroencephalography showed a diffuse excess of slow wave activity in the theta range. No rapid eye movement activity was noted. The cerebrospinal fluid protein was 0.32 g/l with an IgG of 0.062 g/l (19.4 % of total protein).
A number of other investigations revealed normal results including radiographs of the skull and chest, bilateral carotid angiograms, pneumoencephalogram, technetium brain scan, computerised axial tomography (EMI scan), electrocardiogram, full blood count, serum urea, electrolytes, alkaline phosphatase and calcium, thyroid function tests, serological tests for syphilis, tests for rheumatoid factor, creatinine clearance, 24 hour urinary protein, and urine microscopy.
TREATMENT AND PROGRESS
The patient was started on prednisolone 45 mg daily in December 1974. From that time until May 1975 she had only two attacks of weakness. The rash and arthralgia improved and the ESR fell to normal. In June 1975 she stopped the prednisolone and the attacks returned. The rash was exacerbated by exposure to sun-ray lamp and she complained of joint pain. In July 1975 she was seen in the department of rheumatology with tendonitis of the long head of biceps and synovitis of the ankle joint. The ESR rose to 43 mm per hour. She continued to have attacks of weakness and two attempts were made to treat her witlh clomipramine which she was unable to tolerate because of lethargy and epistaxis. In January 1976 the arthralgia was so severe that she was restarted on prednisolone 15 mg daily and again improved.
DISCUSSION
This patient presents a unique problem of attacks of uLnilateral cataplexy associated with SLE. Before suggesting a causal relationship it is important to ensure that the diagnostic criteria for both conditions are strictly fulfilled.
The diagnostic features of cataplexy are well lecognised (Guilleminault et al., 1974; Parkes and Marsden, 1974 ). The weakness is characterised by a sudden loss of muscle tone triggered by an emotional factor which is usually uncontrollable laughter, described
by Gelineau (1880) as the riaitcux C clats. During the attacks the tendon reflexes and H-reflex are abolished and the plantar responses are extensor (Wilson, 1928) . Cataplexy usually affects the whole body but this is not essential for the diagnosis and partial forms affecting the jaw, knees (Devic et al., 1967) , or just one limb (Wilson, 1928) are recognised, although these patients also have the generalised attacks. Yoss and Daly (1957) have described a patient in whom the attacks affected oinly the right side of the body. They consideied this unique but gave no further details. The absence of convulsive movements or loss of consciousness differentiate cataplexy from gelastic epilepsy (Chen and Forster, 1973) , but only close observation would differentiate unilatet-al cataplexy from the extremely rare condition of focal gelastic epilepsy described by Nattrass (1931) . The diagnostic criteria for SLE are strict and a patient must have at least four of the features in the check-list laid down by the American Rheumatism Association (Decker et a!., 1975 As far as we know there are no reports of cataplexy associated with SLE, although neurological involvement in SLE is well recognised; psychosis, fits, chorea, neuropathy, hemiplegia, brain-stem and cord syndromes have all been reported (Bennett et al., 1972; Lusins and Szilagyi, 1975) . The pathological changes are those of a patchy and focal vasculitis with focal encephalomalacia or areas of demyelination (Penn and Rowan, 1968) and immune complexes have been reported in the choroid plexus (Atkins et al., 1972) . It is reasonable to postulate that a focal vasculitis in the pontomesencephalic reticular formation could be responsible for the clinical picture in the plesent patient; this would be compatible with the investigations including the normal findings at neuroradiology.
Our patient was unable to tolerate clomipramine, the treatment of choice in cataplexy (Shapiro, 1975) 
